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The role of GABAergic projection in regulating striatal functions

CHEN Hui-Min, MA Jing, LIU Xiao-Li, QIAO De-Cai*
(College of P.E and Sports, Beijing Normal University, Beijing 100875, China)

Abstract: GABA, as an important inhibitory neurotransmitter, mediates most of the inhibitory neurotransmission in
the striatum. According to the different sources of GABA received by the striatum, GABAergic inputs are divided
into: exogenous GABAergic projection from the globus pallidus and the substantia nigra, as well as endogenous
GABAergic projection from MSNs and striatal GABAergic interneurons. GABAergic inhibitory inputs regulate and
control movement through affecting the neural network in the striatum, and the occurrence of multiple dyskinesia
diseases are related to the abnormal striatal GABAergic inhibitory proiection. In this paper, the role of GABAergic

inhibitory projection in regulating striatal functions is reviewed with GABA as an entry point.
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O B 7 (low-threshold spiking, LTS) ##14755%
REY); BERANREEESEARTRMETT,
29 GUIRAR R 2 o H 19 0.8%,  Thge b5 Pk
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